This appears to be the first report of a case of central pontine myelinolysis associated with chronic alcoholism and liver cirrhosis in the United Kingdom. The pathological features and theories of aetiology are briefly discussed.
Introduction
Central pontine myelinolysis (CPM) in alcoholics and malnourished patients was first described by Adams, Victor and Mancall in 1959 . This commonly fatal demyelinative process that involves the pons almost exclusively, is of unknown aetiology. In the majority of the published cases, CPM was associated with chronic alcoholism, malnutrition and electrolyte abnormalities, particularly hyponatraemia.
Other factors implicated in this disease have included toxins, chronic debilitation, cerebral ischaemia, infection and immunological injury. Of about 175 cases published in the literature, only 4 were reported from the United Kingdom (Adams, 1962; Tomlinson, Pierides and Bradley, 1976 have been reported in the literature, the majority of which were middle-aged subjects, although the disease has been described in all age groups including children under the age of 10 years (Bhagavan, Wagner and Juanteguy, 1976) .
Central pontine myelinolysis is usually a postmortem diagnosis, although in occasional cases the disease has been diagnosed clinically and 2 patients have survived with minimal neurological damage after treatment of intercurrent illnesses (Wiederholt et al., 1977) .
The aetiology of CPM is unknown. (Bhagavan et al., 1976 (De Reuck et al., 1975) , it is unlikely that this disease is caused solely by excessive alcohol intake, as other lesions of the central nervous system that are generally attributed to alcohol ingestion have not been consistently present in cases of CPM. Wernicke's disease was present in less than 20% of the reported cases, and pontine demyelination has not so far been observed in Marchiafava-Bignami disease. An immunopathological process has been suggested by Seitelberger (1974) (Burcar, Norenberg and Yarnell, 1977) , abnormal copper metabolism (Bhagavan et al., 1976) and lack of an unidentified metabolic factor (Adams, 1962) .
Recently, ultrastructural studies of CPM have revealed the presence of intramyelinic vacuoles at the periphery of the lesion, suggesting that the pathogenesis of CPM might include a phase of intramyelinic oedema with subsequent rupture of the distended myelin sheath (Powers and McKeever, 1976) , although the pathogenetic mechanism of the oedematous change in the myelin remains unknown.
Central pontine myelinolysis is most frequently a solitary lesion involving the pons, although other parts of the brain were also involved in 12 reported cases (Wright, Laureno and Victor, 1979) . It has been suggested that the oligodendroglial cells at the areas affected are more susceptible to noxious influences than are myelin-producing cells elsewhere in the brain (Sima and Bradvik, 1976; Tomlinson et al., 1976) .
Although the majority of the reported cases were alcoholics and malnourished, none of the 4 previously reported cases from the United Kingdom had a history of alcohol abuse. Three were females aged between 31 and 57 years and one was a 7-yearold boy. All 4 cases had gross electrolyte disturbances, particularly hyponatraemia associated with vomiting. The present patient was a known alcoholic and had been admitted to hospital for chronic alcoholism on several occasions. Unfortunately, as the patient died at home, no investigations were performed immediately before death. In view of the frequent association of vomiting with alcoholism it is likely that the suggestion of electrolyte imbalance as an aetiological factor in CPM is important.
It has been suggested that the scarcity and lack of detailed study of chronic alcoholism and malnutrition in the United Kingdom may partly explain the relative absence of CPM in the British literature (Tomlinson et al., 1976) .
Central pontine myelinolysis is obviously a rare disease; however, it is likely that the lesion is much commoner than the number of the reported cases in the literature suggests. This is probably due to the fact that the disease has not yet been widely recognized and in some cases the lesion can be very small and easily missed on naked eye examination. A greater awareness of the occurrence of this lesion would lead to its more frequent clinical diagnosis and possible treatment.
